ACUTE suppurative pericarditis is a rare disease, usually resulting from a local cause, or associated with a debilitating illness. The prognosis has been much improved by antibiotics, but treatrnent is still difficult. The case reported here is one in which suppurative pericarditis was apparently a primary condition; after a protracted illness, the patient died as a result of a complication that has not been previously recorded.
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Case Report
The patient, a 52-year-old male pharmacist, was admitted to Sully Hospital on 20.5.6i. Six There was a slow improvement with diuresis and loss of weight, but the venous pressure remained elevated. Distress and restlessness recurred quickly and during the next 20 days seven pericardial aspirations were required, and a total of three litres of purulent fluid was removed. The staphylococcus persisted throughout, and by the tenth day of treatment, sensitivity to penicillin had been lost. Methicillin 6 g/day was then substituted, and streptomycin i g./day with I.N.A.H. 300 mg./ day were also given lest the condition be primarily tuberculous. By 22nd June, despite apparently adequate chemotherapy, the staphylococcus was sensitive only to methicillin. At this stage, in an attempt to exclude tracking of infection from an extrapericardial source, 35 ml. of 'Hypaque 70' at 370 C. were injected into the pericardium; subsequent X-rays ( Fig. 2) showed an intact pericardium. As anxiety was still felt about the diagnosis and the course of the illness which did not seem to be like that of a pyogenic pericarditis, bronchoscopy was carried out on 22.6.6I. The right lower lobe bronchus was seen to be compressed, but no other abnormality was observed. Right thoracotomy (Mr. H. R. S. Harley) was performed immediately after bronchoscopy. The whole mediastinum from the apex of the heart to the azygos vein was densely hard and infiltrated with fibrous tissue. The superior vena cava was dilated and tense and did not deflate when the pericardium was opened. The pericardial sac contained two litres of yellow fluid. The heart was normal in size. The appearances were thought to be suggestive of malignant disease. In view of the necessity for repeated pericardial aspirations, a window was made from the pericardium into the right pleural sac. A biopsy taken from the mediastinum showed organising pericarditis and mediastinitis only.
Post-operative course was uneventful, and no further paracentesis was necessary. On the eighth post- operative day, the patient suddenly collapsed and died within thirty minutes. There was marked pallor suggesting blood loss. Vigorous attempts at resuscitation were unsuccessful. Autopsy (Dr. R. M. E. Seal). The pericardium was greatly thickened and showed signs of inflammation; the mediastinum was much indurated. In the right side of the superior mediastinum, there was a fluctuant hemorrhagic mass, which had ruptured into the pleural cavity above the azygos vein, filling the right pleural POSTGRADUATE MEDICAL JOURNAL sac with blood. Dissection showed a mycotic aneurysm of the aorta at the junction of the ascending part and the arch. A defect in the aortic wall led to a false aneurysmal sac 3 cm. in diameter, and it was this false aneurysm which had ruptured into the pleura (Fig. 3) . The heart was normal apart from the pericarditis. Apart from congestion of the liver, there was no other abnormality; in particular there was no primary source of infection, and there were no metastatic abscesses. Histological examination (Fig. 4) confirmed the presence of an organising mediastino-pericarditis. Numerous Gram positive cocci were present in the sections. There was no evidence of any other disease.
Discussion
The Mycotic aneurysm has been reported in tuberculous pericarditis (Foley, Probert and Seal, 1956) but it has not been recorded in pyogenic pericarditis. In tuberculosis the aorta may be involved either by heematogenous spread (Foley and others, I956) to the vasa vasorum, or by direct extension from an adjacent tuberculous focus (Maloney, I955) . Rupture of the vessel may follow with or without the formation of a false aneurysm. Lymphatic spread of infection in the arterial wall has been reported by Rob and Ngu (I960) in staphylococcal mycotic aneurysm; Smith and Hutchison (I'957) described two cases of mycotic aneurysm, one pyogenic and one tuberculous, which were due to lymphatic spread of infection. In the present case lymphatic spread or direct extension from the mediastinum seem to be the likelier sources. It is difficult to say whether or not early drainage would have prevented the development of this complication. The presence of a broad mediastinum early in the illness suggests that mediastinal involvement was early, and drainage might well have had no influence on the development of the aneurysm. Summary A case of staphylococcal pericarditis is described. PORTAL hypertension in man is usually associated with obstruction to blood flow through the portal vein system either within the liver, as in cirrhosis, or in the vein itself, as may follow neonatal portal thrombo-phlebitis. According to the site of obstruction, portal hypertension is described as of intra-or extra-hepatic origin. Increased resistance to flow through the hepatic veins, as in the BuddChiari syndrome, is also associated with a raised portal pressure, and this form has been described as of supra-hepatic origin. Recently a more elegant distinction has been made between portal hypertension of pre-and post-sinusoidal origin, according to whether there is a normal or raised wedged hepatic venous pressure respectively (Taylor and Myers, 1956) , cirrhosis commonly giving rise to the post-sinusoidal type and occlusion of the portal vein a pre-sinusoidal type.
There is a group of patients, however, who have portal hypertension with a well developed collateral circulation in the absence of any organic obstruction to flow through the portal vein or its intrahepatic branches. The 
